Liver Disease 

Approach: 

History 

General Examination 

oe of Acute or Chronic Liver Disease? 
auses of Liver Disease (acute/chronic) 

Evidence Of Liver Failure 

Evidence of Portal Hypertension 

Evidence of Chronic Alcohol Ingestion 

Precipitating Factors 

. Risk Factors 

10. Complications 


11. Management, Investigations and Treatment 


PONANaWNe 


Elaboration of Approach: 
1. History 


2. General Examination 
a. Jaundice 
b. Fever 
c. Loss of body hair 
3. Evidence of Acute or Chronic Liver Disease? 
a. Signs of Acute Liver Disease: 
i. Jaundice 
ii. Abdominal pain 
iii. Vomiting 
iv. RUQ Tenderness 
v. Tender Liver 
vi. Liver Symptoms 


b. Signs of Chronic Liver Disease: 
i. Hands 


1. Palmar Erythema 
Leukonychia 

Clubbing 

Dupytren’s Contracture 
Xanthomas 

Asterixis 


Do Bis 


ii. Head and Face 
1. Hepatic Encephalopathy 


2. Kayser-Fleischer Ring (Brown-Green ring of copper around the 


cornea) 


Scanned by CamScanner 


Telangiestasia 

Parotid Enlargement 

Fetor Hepaticus (Sweet pungent breath odour) 
Malnutrition 

Flush Face 

Glossitis 

iii, Chest 

Gynaecomastia 

Spider Nevi 

Axillary Alopecia: Loss of body hair 
Bruising 

Abdomen 


Hepatosplenomegaly 
Ascites 


aw Sw 


go N 


pwn Pp 


Prominent Vein on Abdominal wall - Caput Medusa 
Peristalsis and Striae 


1. 
2. 
3. 
4. 
5. Testicular Atrophy 
6. Muscle Wasting 
7. Peripheral Oedema 
8. Hard liver with nodules (cirrhosis) 
4. Causes of Liver Disease (acute/chronic) 
a. Acute Liver Disease 
i. (Paracetamol) 
ii.Prescription Medication: Antibiotics, NSAID’s and Anticonvulsants 
iii 


3 T Kava, Ephedra, Skullcap, and Pennyroyal 
iv. 
v.Viruses: Epstein-Barr Virus, 


omegalovirus, and Herpes Simplex Virus 

vi. Toxins: Amanita phalloides (mistaken 
for edible species) 

vii. 

viii. 


Hepatic Vein Disease: Vascular Diseases (Budd-Chiari syndrome) — 
Blockages in the vein of the liver -> Acute Liver Failure 
ix. : Wilson’s Disease, And 
i ith metabolic syndrome 
x. 


xi. 


b. Chronic Liver Disease 
i. Hepatitis B and C 
ii.Long-Term Alcohol consumption 
iii. Biliary Cirrhosis 


iv. Autoimmune: Primary Biliary Cirrhosis/ Primary Sclerosing 
Cholangitis 


Scanned by CamScanner 


v. Vascular Diseases 
vi. Drugs 


vii. Hemochromatosis (Congenital) 

viii. Malnutrition 

ix. 
H ion/Dyslipidemia) ; 
(Hypertension/Dyslip naii 


x.Parasites: Ammoeba/ 


5. Evidence of Liver Failure 


SAF p pmm op 


Nausea 
Loss of Appetite 


Bleeding easily 


Ascites(not a sign) (Hepatic Encephalopathy), Constructional 


6. Evidence of Portal Hypertension 


moans 


— Complications feature of hypersplenism 


Hematemesis (Bleeding from oesophageal, gastric varices or rectal hemorrhoids) 


(liver failure not Pr) - ; 
Blood flows away from umbilicus (tested below the umbilicus — IVC obstruction 


flows towards the heart) 
Venous Hum’s — Murmur heard between xiphisternum and umbilicus, however it 


disappears when pressure is applied with the stethoscope. 


7. Evidence of Chronic Alcohol Ingestion 


same ao oD 


Gynecomastia 

Alcoholic Facies 

Spider Nevi/ Agiomata 

Duptyren’s Contracture 

Parotid Enlargement 

Enlarged or Shrunken Liver - Hepatomegaly 

Enlarged Spleen 

Pancreatitis — Malabsorption — Steatorrhea 

Alcoholic Cardiomyopathy — LV Dysfunction and DCMO 


Rubero sign(lower lip depigmentation due to chronic spirit ingestion) 
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j. Arrhythmias — Atrial or Ventricular Fibrillation 
k. Beri Beri — Heart disease — High output state — Give IV Thiamine 
l. Avitaminosis — Skin Changes — Glossitis/ Kwashiorkor 
m. Peripheral Neuropathy 
n. Wernicke-Korsakoff syndrome 
o. Cerebellar Degeneration and dysfunction 
p. Pellagra 
q. Withdrawal Symptoms 
r. Autonomic Neuropathy 
s. Alcoholic Myopathy 
i. Calf Tenderness 
t. Seizures 
u. Blackouts 
v. Anemia - NMA/ Thrombocytopenia/ Hemosiderosis 
w. Iron Deficiency due to GI blood loss (Alcoholic gastritis/ esophageal varices) 
x. 


Hormonal Changes 
i. Erectile Dysfunction 
ii. Testicular Atrophy 


iii. Amenorrhea — Infertility/ Fetal alcohol syndrome 
y. Gout —Hyperuricemia 


8. Precipitating Factors 
Alcohol Binge 
Dehydration — Vomiting/ Diarrhea 
Electrolyte Disturbances 
Hypoglycemia 
Toxins 
i. TB Drugs 
ii. Herbal Toxins 
iii. ARV’s 
iv. Anti — Depressants 
v.Oral Contraceptives 
vi. Steroids: Androgenic 
Surgical Intervention 
Analgesic use 
Acute Hepatitis 
Portal Vein Thrombosis 
High Protein Intake 


pang 


SS so oh 


9. Risk Factors 
a. Alcohol Use 
b. Illicit Drug abuse 
c. Tattooing and body piercing 
d. Blood Transfusion — Grey zone 
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pe A 


e 
f: 
g. 
h 
i. 
j. 


Exposure ~ Airbo 


Unprotected Sex 
Toxins 


Hyperglycemia/ Di 

abetes/ High C 
Metabolic Syndrome/ Obesity holesterol 
Occupational: Tra 


rne Disease transmission 


vellin Ea 
8/ Sex workers (Hepatitis/ Hiv/ STD) Healthcare workers 


10. Complications 


b 
c. 
d 
e 
f. 
g. 
h 
i. 
j. 
k 
I. 
m. 


Liver Failure 


Hepatocellular Carcinoma 
Peritonitis (Spontanious Bacterial Peritonitis) 


. Ascites 


Hepatic Encephalopathy 
Septicemia 

Coagulopathy 

Portal Hypertension due to cirrhosis 
Hepatorenal Syndrome 
Normocytic Normochromic Anemia 
Associated Cardiomyopathy 
Acute/ Chronic Pancreatitis 
Hyperestrinism 


11. Investigations 


eet vnreapos gr eT samo andoe 


Routine Bloods (FBC, U&E, LFT, BC, Inflammatory Markers) 
INR 

ANA/AMA 

Viral Hepatitis Screen 

Alpha- feto Protein for Hepatocellular carcinoma 
Ceruloplasmin — Exclude Wilson’s Disease 

A1- Antitrypsin 

Fixation test 

Alcohol Level Test 

Amoebic Gel diffusion test 

Cytology MCNS test on Ascitic Fluid 


ANF 


. ADA 


AFB and G-Xprt on Ascitic fluid 
X-Ray Abdomen 

Ultrasound: Biliary Tract and Tree 
CT Scan 

MRCP 

ERCP 

Liver Spleen Isotope Scan 


Liver Biopsy 
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v. Ammonia Testing 


12. Management 


Stabilize Patient: ABC’s 
Supportive Treatment 
Diuretics: Mannitol 
Treat or remove cause 
Treat complications 


Antidotes: Activated Charcoal/ N-Acetylcysteine/ Silibinin/ Penicillin G 
Hemodynamic Monitoring: Plasma/ Blood Transfusion 
Antibiotics: Broad Spectrum 


Hepatotoxic Drugs (Avoid) 
Hepatitis Antiviral Drugs - Interferon 


rsa mean 


13. Causes of Jaundice: 
a. Pre-Hepatic: 
i. Hemolysis (Congenital or Acquired) 


b. Hepatic: 
i. Infection: 
1. Viral: Hepatitis, CMV, EBV 
; i: ita- Phalloide’s. 
i prugiRARes i S rolieisis: TB. 
1. Anti- TB Meds 


2. ARV's 
iii. Cirrhosis of Liver: 
iv. Toxins: Alcohol, Carbon Tetrachloride 
v. Vascular: RHF, Budd-Chiari Syndrome 
vi. Metabolic: Haemochromatosis, Wilson’s Disease 
vii. Failure to Excrete Conjugated Bilirubin: Dubin Jonson and Roto 
Syndrome 
viii. Gilbert’s Syndrome: 
ix. Crigler- Najjar Syndrome: 


x. Malignancy of the Liver/ Metastases 
XI. Infiltrative disease: Lymphoma, sarcoidosis 
c. Post- Hepatic: 
i. Gallstones 
ii. Tumours: 
1. Head of Pancreas 
2. Peri Ampullary Carcinoma 
iii. Biliary Atresia 
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iv. Cholangiosarcoma: PSC 
v.Intraluminal Polyps 
vi. Parasites: Roundworms 
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INTERNAL MED BLOCK 1 & 2 - PMMH 2023 


Just a side note : Prince hospital is not 
all that bad .. it's a good learning 
experience because there's always 
enough patients that come in with signs 
from all systems. 

However be prepared to walk alot !!! 
Internal medicine wards are A and C and 
are worlds apart. 


Don't be fooled 11 weeks is not a long time. 
Start from Day 1. As in set a goal for each 
week ` This week | will concentrate on Resp 
cases ` then learn your relevant system 
review for history and resp exam before 
hospital so you may practice when examining 
patients ... ask your friends for nice cases 
with signs that they found also ask your 
interns and other interns as well as MO (they 
are very helpful and much more 
approachable than consultants ) ... like | said 
go with goal each day to see 3 signs and if 
you havent seen something .. go actively 
asking MOs if they have a patient with this 
sign (eg Atrial fibrillation) and they will tell 
you if they have a pateint with that sign. 


After taking history, examine and then look at 
file. (This trains you for exams when you go 
in blind). History taking should be focused 
and short (5mins) only asking the relevant 
system review past medical and social 
history. 


No1 will tell you how things work. Just go to 
the hospital you will be allocated a team and 
will be part of that team for your stay at the 
hospital. Get to know your MOs and get in 
contact with your interns .. follow them 
around for the week to get orientated 
however they mainly do procedures so once 
you get enough of that in you log book start 
examining patients with a friend. Compare 
your findings with the file and see if you 
missed any signs. 


Intake and Post intake ward rounds 
Intake is every week and is where you learn 
the most because patients come in with 


actual signs .. in the wards patients are 
getting better so signs dissappear. MOs do 
however let you leave early. POST INTAKE 
WARD ROUNDS ARE THEE MOST 
IMPORTANT. Make sure you ask your interns 
when these are happening as this is when the 
consultant examines the patients from 
intake. Make sure to listen and make notes of 
the patient details and what signs they say 
the patient has because sometimes its not 
written in the file and go back to examine 
those patients and make sure to see for 
those signs. 


Follow up clinic 
The day before intake you go to follow up 


clinic which is useful because those are the 
cases that come out in theory paper (eg 
Diabetes, arthritis) again go home and read 
over those sections in the approach to 
everything. This is where you fill in the 
“attendance to clinic’ in your log book. 


Log book signatures 
Try to get your doctor's to sign immediately 


for anything because most of them like to say 
‘I'll sign another time’ and then when you go 
back for a signature they can say | dont 
remember and dont sign. 


Lectures 

Attend the weekly lectures on Zoom as some 
lecturers are very good however dont bother 
even learning those lecture slides as it is 
futile and none of that actually helps in the 
exams. RATHER LEARN FROM THE 
"APPROACH TO EVERYTHING’ link it has 
everything besides peptic ulcer disease and 
pancreatitis. You will have to learn everything 
from the approach to everything as it is all 
relevant. Allign your weekly goal to what you 
learn from the approach so if you examined a 
COPD, pleural effusion and asthma patient go 
home and read those sections in the 


approach. 


https://drive.google.com/drive/folders/ 
1XTsWn1ms9Mq3jzqY-cjheMqJfR9F7jgL 


Dermatology 
Apparently attendance to derm tuts at 12 


every Thursday is compulsory but | found 
them extremely helpful especially If Dr Kiasha 
Govender does them as she simplifies each 
condition and focuses on what's important 
and that definitely helps in the exam. 
Concentrate on what sections is done in the 
tuts and read everything else. Know 
everything on those pdfs from 
pathophysiology to treatment names. Derm 
can be left for the week before as it is 30mcq 
questions. In our exam we had Psoriasis, 
Basal cell carcinoma, verruca planae/ LP ?, 
vitiligo, eczema, know which conditions 


undergo koebner phenomenon, molluscum 
contagiosum, acne. 


Clinical exam 

In addington there is limited patients so 
sometimes you will get the patients with ugly 
signs like CKD/nephrotic syndrome, AF, DVT 
and it will be more a discussion than a 
physical exam. Most of the time you get 
patients with nice signs but also be prepared 
for ugly signs. As much as the clinical is a 
clinical exam they expect you to know your 
theory like your causes (eg of hepatomegaly, 
splenomegaly and Hepatosplenomegaly.) 
MUST KNOW your Approach to JACCOL 
(these are all the nice flow charts in the 
approach to everything). The approach to 
everything is layed out in a very helpful 
manner that will give you symptoms on 
history and signs on exam which will help 


when examining patients and putting signs 
together to get a differential diagnosis. 


Pixley Kaseme Regional Hospital 
(Kwamashu) 

- Graves’ disease 

- Atrial fibrillation with DCMO and mitral 
regurgitation 

- Lung cancer 

- Post TB bronchiectasis 

- Hepatosplenomegaly (I believe it was 
secondary to heart failure?) 

-CVA 


Addington 

-Jaundice with Hepatomegaly 
-Meningitis 

- Anemia 

-Parkinson's disease 

-DVT 

-Pleural effusion 

-CKD 


-Lung Abcess 
-LMN lesion/facial palsy 
-Pleural Effusion 


Port Shepstone 
- TB pneumonia 


- TB abdomen (dyspnoea, productive cough... 
non compliance to HIV meds for 1 month... 
clubbing, cervical lymph nodes, 20cm 
hepatomegaly, ascites) 


- Paraplegia, loss of sensation below 
umbilicus, no urinary incontinence 


Theory exam 

Learning from the ‘Approach to everything’ is 
sufficient however our exam was set at a very 
high level. Doing past mocks helps to see 
how questions are tested and is a good place 
to start on order to know how to study each 


disease. | found doing the recent mocks 
useful and one or two question were 
repeated. However we really struggled in our 
exam, work fast as the time is limited and 
they can really test anything and everything 
SO prepare for everything. 


Internal Med block 1&2 2023 Theory exam 


Q1: University students, Petechial rash 

- what investigation would you do before 
definitive diagnosis? 

- organism 

- gram stain? 

- narrowest spectrum treatment? 

- 2 measures to decrease spread 


Q2: Elderly man, diabetes, hypertension, 
arthritis, recurrent falls not related to meals 
or posture, taking 9 different meds 

- cause of fall? 

- 2 tests for gait and balance 


- 2 allied health you'd recommend and why? 


Q3: Myasthenia gravis - with fatigability and 
ptosis resp failure and bulbar dysfunction 


- 2 other features? Diplopia, proximal muscle 
weakness 

- 2 bedside tests: edrophonium and ? 

- 2 treatment 

- 2 other neurological conditions that's 
involves the resp system and causes resp 
failure 


Q4: 
- arthritis 2 poor prognostic features 
- Haem SE of methotrexate 


Lupus scenario, malar rash, with fine crackles 
- diagnosis: systemic lupus erythematosus 

- 2 skin manifestations other than malar rash 
- 2 causes of the fine crackles in this patient 

- 2 renal tests for SLE 


Q5: Based on scenario | cant remember 
-nephritic syndrome / AKI (repeated question 
from past mock) 

- cause of confusion in this patient? 

- cause of pericardial friction rub? 


Chronic renal failure stage 4, lower limb 
swelling, brachiocephalic fistula 


- What syndrome he's being prepared for? 
nephrotic or CCF? Someone said renal 
replacement therapy 

- 3 features of volume overload? 

- short term complication? 


Q6: - How much glucose given in glucose 
tolerance test? 75g 

- How long do you fast for the fasting insulin 
test? 8hrs 

- Treatment for type 2? 


Another scenario: 

- 3 types of insulin preparations: 

Short acting, intermediate acting, long acting 
- How would you categorize this patients 
glucose reading? (Fasting around 6, 2hr over 
11) intermediate hyperglycemia? Pre 
diabetes ? 

- Insulin regimen in this patient? (In type 1 
diabetes) 

- SE insulin 


Q7: Acute coronary syndrome (repeat from 
mock) 


- 2 differentials for acute chest pain 
- 3 types 

- Cardiac bio marker 

- short term complication of ACS 


Q8: Tension pneumothorax 
- 4 signs on exam 
- pneumothorax is a complication of what 


disease 


Smoking old guy with haemoptysis 
- 2 possible causes (lung cancer, COPD?, tb?) 
- 3 diagnostic tests 


Q9: Chronic liver disease, shifting dullness, 
flapping tremor 


- shifting dullness indicates? 
- flapping tremor indicates? 
- 2 viruses that can cause 


Diarrhoea blood and mucus, not caused by 
antibiotics, pallor, weight loss 

- 2 causes IBD 

- investigation - colonoscopy 

- cause of the pallor (2) 


GOOD LUCK from MISHKAH ARBEE 


